Wedescribe two patients whodisplayed unusual neurologic manifestations associated with reactivation of latent Epstein-Barr virus (EBV) infection. The patients included a 34-year-old womanwhosuffered from meningoencephalitis presenting with symptomsidentical to those of transient global amnesia, and a 57-year-old man with jumbling phenomenon and gait ataxia.
Introduction
Epstein-Barr virus (EBV) infection may cause various neurologic disorders involving any site within the nervous system (1, 2) . The introduction of EBV-specific serologic testing has facilitated the identification of the association of some of the acute neurologic disorders with EBV infection, even when they represented uncommonor unusual manifestations of this infection (3) (4) (5) (6) (7) (8) . The recently reported complications include status epilepticus (4, 8) , psychosis (5), chorea (5) , recurrent myoclonus (6) and chiasmal neuritis (7) , and the majority of these (3-5, 7, 8) and previous findings were related to primary EBVinfection. Recently, it has become apparent that reactivation of latent EBVinfection, persistent or recurrent EBVinfection may occur in some patients (5, 6, 9, 10) , and EBVinfection involves not only young people, but also affects older people (ll) . Wedescribe here two patients aged 34 and 57 years, respectively, who presented with unusual neurologic manifestations associated with reactivated EBVinfections.
Case Reports
Case1
A 34-year-old womanwas admitted because of fever, headache and transient loss of memory. Seven days prior to admission, the patient came to the otorhinolaryngology clinic of our hospital due to aphthous stomatitis and pharyngitis. Two days later, she developed fever of 39.6°C and severe headache. The next day, she lost her memoryover a duration of about 6 hours: she could recall when she awoke at about 9:30 am, but she did not rememberthereafter until the late afternoon on the same day. During that period, the patient came to the clinic at her appointment time by taking commutertrains and subway, then went to a bank to deposit money, and after returning homereceived a call from her office.
When she received a further call later on the same afternoon, she was told that she didn't know the date of the day of the previous call, and she realized her memoryloss. Neurologic examinations on the next day revealed that she was mentally alert and well oriented, but exhibited a slow response and some mistake in calculation.
Other neurologic abnormalities were not detected.
Laboratory data on the same day showed a white blood for his "common cold", but denied any intake of other drugs. The fever resolved within one week. Neurologic examinations at two weeksafter the onset of fever revealed mildly wide-based gait, an inability to perform tandem gait, and mild bilateral terminal tremor in finger-tonose tests. Nystagmuswas not observed. Otherwise, the patient was unremarkable, including the findings for the cranial nerves, deep tendon reflexes, muscle strength and tone, and sensory system. migraine and epilepsy (14) . To our knowledge, TGAdue to encephalitis has been reported only once, by Pommer et al (15) . Their patient suffered EBVencephalitis which gave rise to uncinate fits and generalized convulsions as well. Jumbling phenomenon, as observed in case 2, is commonly caused by lesions of the vestibular system, particularly by ototoxic drugs such as streptomycin (12), and also by brainstem lesions and seizures due to cerebral lesions as well as drug toxicity such as that of diphenylhydantoin (13) . Although gait ataxia of case 2 was likely due to "cerebellitis", we consider that his jumbling phenomenonwas most probably caused by vestibular dysfunction due to EBVinfection, since he displayed marked bilateral abnormalities in the cold caloric test (12) , and he did not display brainstem signs or have a history of intake of ototoxic drugs. Although sensorineural hearing loss has been described in EBVinfection (16) bilateral sensorineural hearing loss of case 2 was related EBV infection because of the undetermined onset of his hearing loss.
The diagnosis of EBVinfection in the present cases was supported by 4-fold or greater changes in the anti-EBV VCAIgG titers (3, 17) , and also by a subsequent rise of anti-EBNA antibody titers (3, 17, 18 (17) . The rise and subsequent decline of anti-VCA-IgG titers observed in the CSF of case 1 might indicate EBVinfection as well. However, this could have been due to passive transfer of the antibody from the patient's serum to CSF because the serum-to-CSF ratio of this antibody was found to be 20 or more (19) . In summary,our report further indicates the occurrence of various neurologic manifestations and reactivation of latent EBVinfection, as well as the need to perform serial EBV-specific serologic studies in all patients with acute neurologic disorders of undetermined and possible infectious etiology irrespective of the age of the patient.
